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Renal inorganic phosphate (Pi ) transport i s impaired in familial hypophosphatemic rickets (FHR). Short e t a l . (Science, 179,700, 1973) have reported that the mutation was also'expressed i n the gut. W e have examined Pi uptake in v i t r o by jejunal mucosa from 7 (4 female, 3 male) FHR mutants (from 5 pedigrees) and 6 controls. Peroral samples were incubated f o r 5 t o 40 minutes in TRIS buffer, p H 7.4 with substrate concentrations from 0.003 to 3 mM. Pi uptake was concentrative and energy dependent reaching mean d i s t r ution ratios (intracel lular/extracel l u l a r @P) of 4.220.9 in controls and 5 . 0~0 in patients a f t e r incubation with 0.003 mM )' Pi f o r 10 minutes. Incorporation of Pi i n the organic pool was r id and eq ilibrated a f t e r 10 minutes a t a jqPi/total I2P ratio of 0.5, a t ald substrate concentrations, in both group . Only one mediated transport system for $1 was present in control subjects, with a Michaelis constant ~0 . 2 mM and a maximum velocity ~0 . 7 moles per l i t e r per 40 minutes. Similar kine t i c values were obtained in the group of FHR patients. These observations do not support the thesis t h a t a significant defect f o r Pi uptake i s present in the jejunal mucosa of FHR mutants. 
